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Effects of renin inhibitor aliskiren on adriamycin nephropathy and

nephrin expression in podocytes in mice

WU Qiac-yuan' ?, LIAO Yun-hua', YANG Zhen-hua',
GUO Y#*, ZHOU Ying-Chuan', CHEN Yigiang’

(1. Department of Nephrology, the First Affiliated Hospital of Guangxi Medical University,
2. Graduate School, Guangxi Medical University, 3. Department of Clinical Laboratory,
the First Affiliated Hospital of Guangxi Medical University, 4. Department of Pathology,

the First Affiliated Hospital of Guangxi Medical University, 5. Institute of Respiratory Disease,
the First Affiliated Hospital of Guangxi Medical University, Nanning 530021, China)

ABSTRACT: Objective To study the effects of renin inhibitor aliskiren on adriamycin nephropathy and nephrin
expression in podocytes in mice. Methods Male BALB/c mice were subjected to a single tail vein injection of
adriamycin to establish the model of adriamycin nephropathy. Then mice were treated with aliskiren; 24-hour urine
samples were collected for measurement of urinary protein. Mice were sacrificed at week 6. The paraffin-embedded
sections of their kidneys were stained by PAS, Masson and HE staining. The expressions of nephrin mRNA and
protein were determined by RT-PCR and Western blot. Results Adriamycin nephropathy in mice was
characterized by proteinuria, increased serum creatinine, progressive glomerulosclerosis, and tubulointerstitial
lesions. Aliskiren could lessen proteinuria and serum creatinine significantly and alleviate the above histologic lesions
significantly (P<C0. 05). Mice with only adriamycin nephropathy showed a significant decrease of nephrin mRNA
and protein expressions. Yet, Aliskiren could improve the decreased expression of nephrin mRNA and protein
induced by adriamycin ( P << 0. 05). Conclusion Renin inhibitor aliskiren can protect against adriamycin
nephropathy in mice, which may be partly related to its upregulating the expression of nephrin in podocytes.
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1

Tab.1 Comparison of proteinuria and blood biochemistry among all groups

(mg/24 h) (g/L) (mmol/L) (pmol/L)
0.55%0. 15 51.90+3.58 2.70£0.28 37.58+1.18
2.2140. 387 29.56+4, 837 4,9540. 337 63.59+3.507
+ 1.18+0. 21~ 41,1244, 22% 4,5340. 45 49.27+2.76*
, 7 P<C0.05; ,* P<C0. 05,
2.2 nephrin C 2. 3,
s 6 2

Tab. 2  Effects of aliskiren on renal histology of mice with

adriamycin nephropathy

(P<C0.05, 2, D,

2.3 nephrin mRNA
P 0.01=£0.001 0.0140.001
nephrin mRNA 0.80+0.21%  1.6540.17°
(P<C0.05), + 0.3940.15* 0.6140.05*
nephrin mRNA (P<C0.05), . P<C0.05; . * P<C0. 05,
1
Fig. 1 Effects of aliskiren on renal histology of mice with adriamycin nephropathy (Masson staining, X 200)
A ;B ;C: +
2 nephrin mRNA

3 nephrin
Fig. 2 Expression of nephrin mRNA in each group

1~3. ;/1’\'6: ;7’\‘9: +
, 7 P<C0.05; ,* P<C0.05,

Fig. 3 Expression of nephrin protein in each group
1~3. 34~6: 37~9: +
, 7 P<C0.05; ,* P<<0. 05,
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